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Regressnon of Left Ventricular Mass after Aortic Valve Replacement
in Isolated Aortic Regurgitation

Tae-Eun Jung, M.D.*, Dong-Hyup Lee, M.D.* Seok-Soo Lee,:M.D.*

Background: The aim of our study was to assess the extent of regression of left veyntricular,mass after aottic

valve replacement in isolated aortic regurgitation. Material and Method: Retrospective analysis of echocardiographic
data was collected preoperative and postoperative 1 year. There were 20 patients (12 males, 8 females, mean
age 55.8+11.8 years, mean body surface area 1.64+0.19 m?) with aortic regurgitation from 2002 through 2007. We
studied the change of left ventricular ejection fraction, ventricular septum and left ventricular posterior wall thick-

ness, and left vemtricular muscle index (LVMI). The control group was age matched with normal echocardiographic

study results. Patients with combined surgery or infective endocarditis were excluded. Result: Seven cases of fis-
sue valves and thiteen cases of mechanical valve were used. The valve sizes were 21 mm (3 cases), 23 mm
(13 cases) and 25 mm (4 cases). The postoperative (125.5t42 gim®) LVMI has decreased than preoperative LVMI
(212.3+80 g/n’, p=0. 000) but higher than that of control group (80.5£15.9 gim’, p=0.000). Postoperative septal wall
(systolic/diastolic: 13.5+3.4 mm/17.124.1 mm) and left ventricular posterior wall (systolic/diastolic: 12.9%3.4 mm/16.7%
34 mm) thickness were slightly decreased after the valve replacement but was not significantly different than pre-
operative levels. And postoperative  interventricular  septal wall and left ventricular posterior wall thickness
(systolic/diastolic: 8.6+1.4 mm/12.1+1.7 mm, systolic/diastolic: 8.4+14/13.2+1.9) were higher than that of the control

group (p<.0.001). Conclusion: The significant regression of LVMI after aortic valve replacement developed at post

operative one year but the level was higher than control group. The main cause of decreased LVMI is decreased
in left ventricular dimension.

Key words: 1. Valve disease
2. Aortic valve insufficiency
3. Heart valve prosthesis

A A /R],‘J_g]

P
N2 HY, ol97] W FE% oI, ¥4

=
T
mo T B

f=BR=1

o

T
1

HAA dE 23 olele #AA

=]
B
oA o|Fhgol} AEe] F71E ¢ vk e

=<
x
©

=

it

%

odsteista Szholet el
Department of Thoracic and Cardiovascular Surgery, College of Medicine, Yeungnam University
=Ty 2010L4 99 299, =EFEY 120104 108 119, A 2010 11 129
YA o1 FE (701-717) ATFA BT HHSE 317-1, 4 u"fH"UTl‘:’i | FHe%

(Tel) 053-620—3883, (Fax) 053-626-8660, E-mail: dhlee @med.yu.ac.kr
=l A g AR A -4 kgl gtz gl

€9 This is an open access article distributed under the terms of the Creative Commons Attribution Non-Commercial License (http://creative-
commons.org/licenses/by-nc/3.0) which permits unrestricted non-commercial use, distribution, and reproduction in any medium, provided the

original work is properly cited.

— 614 —



ek Ao A A2Hla} Qe BAAA s
weke A% & F S0 §ARIE Baslo] A4
B2} ek 4719 @S o 4 gl
2 ATE BE g aa2e 1 )
A kg 2% ¢ ¥ AAVALAFLVMYS W3t
% Wassic
oS wy

2002 195E] 2007 129744 Ewteg At 3
A AL s ol e g
£g A 2099 RS gArew Takd o

. FEe AEHE $£5A LEZE T S0 AR
s A gl Az
A\ I B R B 1 D ]
(American Heart Association) A&el] 98} &g st¢iu}.
HAAAAFLVMY A4 A7lE € AT $¢ &
BAEFALETIE o] &slo] HAwI} 1311 s %1
W %9 H}‘J’ﬂ%w: 2T ¥
© %q)

rlo

o8
ulo e

’é’

7&%&7&% A A digez voloh Ae mH9
of 23 419 sigich zela 4 1l F A44A
%ﬂ]’ﬁ (LVMD7} 130 g/m” o] 4el #1219} o]3}el xS o)
E A LVMISH € F diEuste] 2a qkExe) A7
SFEAE vl astglch

AAZ2FIE o 88 AUAARAF) 242 Devereux
Sl 2%k FALVM Index=0.8x(1.04{(FAAWZ +
A7 FH A + AN FATA) - A AN +
06 gyAMEHAE o] &t

TES AFFEANE F AYEHe Y Ao
W ARl FHAL AXjeln FAolE wY A
& AXsle], A RNER FASYR ATHIE WY
A AZANE Beddd A FYdAY #AAHES
Tl g R A £ & A

A A dSuge FE-IFARE, Eus
WnE ¥

Pt EAIX 2= SPSS (SPSS for Windows
150, SPSS Inc.) ZE1E o] &ele] =& A 5 &
9] M]3l paired ttestE AR L FE T fz T
B] 31> independent t-testS} Chi-square testS A 3¥3}9).00],
944 A 9ol pghol 0.05 mEHAl A$E EAH o
2 Y% AR 9t

ZEi2 9
W Qe ¥ A4 Aol W

Table 1. Patient profiles

AVR group Control group

(20 cases) (41 cases) p-value
Age ‘ 55.8+11.8 54.9+5.5 NS
Sex (M/F) 12/8 25/16 NS
BSA (m’) 1641019  1.680.16 NS
Preoperative AR grade  3.2+0.4
Valve
Type (Tissue/ 7/13
Mechanical)
Size (21 mm/ 3/13/4
23 mm/ 25 mm)
Mean/peak pressure
gradient
21 mm (mmHg) 23.1+5.7/
39.949.1
23mm (mmHg) 21.149.7/
37.8+18.2
25mm (mmHg) 18.6110.4/
32.4+14.6

AVR=Aortic valve replacement; BSA=Body surface area; AR=
Aortic regurgitation.
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Table 2. Left ventricular muscle mass index

p-value
Preop (n=20) Postop (1 year) Control (n=41)
Preop/postop Postop/control
EF 49.9£10.8 59.4+8.5 64.9+4.7 0.000 0.023
LVEDD 62.1+10.5 457£5.1 475132 0.000 NS
LVESD 43.5+10.4 30.6+5.2 30.7£2.8 0.000 NS
IVSD 13.5£3.4 13.1+2.5 8.611.4 NS 0.000
1VSS 17.1+4.1 16.3+3.8 12.1+1.7 NS 0.001
PWD 129434 11.942.8 8.4£1.4 NS 0.000
PWS 16.7£3.4 16.4£3.2 13.2+1.9 NS 0.000
LVMI 212+80 125+42 80+15.9 0.002 0.002

EF=Ejection fraction; LVEDD=Left ventricular end diastolic dimension; LVESD=Left ventricular end systolic dimension; IVSD=
Interventricular septum systolic thickness; IVSS=Interventricular septum diastolic thickness; PWD=Posterior wall diastolic thickness;
PWS=Posterior wall systolic thickness; LVMI=Left ventricular muscle mass index.
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Fig. 1. Preoperative, postoperative and control group of left ven-
tricular muscle index. LyMI=Left ventricular muscle index.
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